Study purposed to investigate the role of several infective agents in multiple sclerosis. Patients and methods: Fifty nine patients with MS have been investigated. Among them the first group -19 patients with primary progressive MS, the second group-24 patients with relapse remitting MS and the third group-16 patients with secondary progressive MS. Several infections (Chlamydia pneumoniae, mycoplasma hominis, herpes virus 6) were detected in 4ml CSF. DNA was isolated from CSF and PCR method according to kit instruction (Amplification N15 kb, temperature over 65°C-Maximbio, USA). The length of the DNA was detected by agarose gel electrophoresis. CSF oligoclonal bands were detected by agarose gel electrophoresis with Coomassie Blue staining.Statistics performed by SPSS-11.0. Results: Chlamydia pneumoniae found to be positive in CSF of 11 (45%) patients with relapse remitting MS and in 7 (43%) patients with secondary progressive MS. Mycoplasma hominis was positive in CSF of 2 (8%) patients with relapse remitting MS. Herpes virus 6 was positive in 1(5%) patients with primary progressive MS and in 1(5%) patient with secondary progressive MS. Positive correlation was found between presence of CSF Chlamydia pneumonie and CSF count of oligoclonal bands (r = +0.27, pb0.01).
Background: Acute transverse myelitis (TM) is a focal inflammatory disorder of the spinal cord with sensory, motor and autonomic dysfunction. Cytomegalovirus (CMV)-associated transverse myelitis is rare in the immunocompetent host. We describe an immunocompetent patient with atypical transverse myelitis and encephalitis associated with CMV infection. Case report: A twenty year old previously healthy female presented with acute onset bilateral leg and arm weakness and numbness. She had never received immunosuppressive or irradiation treatment. Magnetic resonance imaging study of the spine showed hyperintensity of central and posterior portion of all spinal cord in T2 weighted and FLAIR images. Brain MRI showed hyperintensity of left inferior cerebellum and right frontal subcortical areas in T2 weighted. Spinal cord and brain MRI were no enhancement with contrast. Serologic tests ruled out an acute infection with HIV, herpes simplex viruses varicella-zoster virus, Epstein-Barr virus, measles and mumps viruses, toxoplasma gondii, and Treponema pallidum. Brucella Coombs, Brucella Wright agglutination tests were negative. Both anti-CMV IgM and IgG were elevated in the serum. However, a more sensitive assay resulted in low IgG avidity, suggesting primary CMV infection. Conclusion: Our patient had evidence of spinal cord inflammation evidenced by CSF pleocytosis and MRI appearance. Infectious, parainfectious or post-vaccinial states, multiple sclerosis, or autoimmune disorders are the possible causes of TM. In some cases, the TM is presumed to be caused by viral infections. Cytomegalovirus (CMV) can cause severe disease in immunocompromised patients, either via reactivation of latent CMV infection or via acquisition of primary CMV infection. CMV-associated transverse myelitis is rare in the immunocompetent host. 
